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Statewide Prevalence of Illicit Drug Use 
by Pregnant Women — Rhode Island 


The effects of illicit drug use by women during the perinatal period—including 
inadequate prenatal care, premature labor, low birthweight infants, and other adverse 
pregnancy outcomes (7-9)—have been given high priority by the Rhode Island 
Department of Health (RIDH) and other maternal and child health leaders in Rhode 
Island. In 1989, the RIDH, the state medical society, and the state college of 
obstetricians and gynecologists conducted a statewide survey of illicit drug use in 
pregnant women to aid in the development of programs to reduce drug abuse during 
pregnancy. 

The survey measured the prevalence of illicit drug use among women admitted in 
active labor to the regional perinatal center and to seven other maternity hospitals in 
the state. For 17-day periods in October and November 1989, each hospital provided 
aliquots of routinely collected urine specimens to the RIDH for testing. Names were 
not provided in an effort to protect patient confidentiality. Labor and delivery nurses 
recorded race, age, parity, insurance status, town or city of residence, and hospital of 
delivery for each patient. 

Each urine specimen was tested by enzyme-multiplied immunoassays for cocaine 
metabolites, opiates, marijuana, and amphetamines. Toxicology screen cutoffs were: 
cocaine, 300 ng/dL; amphetamines, 1000 ng/dL; opiates, 300 ng/dL; and cannab- 
inoids, 100 ng/dL.* Positive results were confirmed with thin-layer chromatography 
for cocaine (150 ng/dL), opiates (200 ng/dL), and cannabinoids (50 ng/dL); gas 
chromatography was used to confirm positive results for amphetamines (50 ng/dL). 
Whether the opiate use was illicit or by prescription could not be determined. 


*Amphetamines, opiates, and cannabinoids can be detected in the urine at the stated cutoffs 2-3 


days after use; cannabinoid metabolites can be detected at this cutoff for several days longer in 
chronic users. Cocaine is likely to be detected for 1-2 days. 
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During the study period, 713 birth certificates were filed in the state. Specimens 
and data were obtained from 465 (65.2%) women in active labor during the same 
period. A urine sample was not obtained from other patients admitted during that 
period because the patient did not have to void, delivery was imminent, or labor and 
delivery staff did not collect the specimen. However, based on a comparison using 
birth certificate data, characteristics of tested and untested women were similar 
except for age of mother. Women aged <25 years were more likely to be included in 
the sample than were women aged 225 years. 

Specimens for 35 (7.5%) of the 465 women were positive for at least one drug 
(Table 1). Women with public insurance coverage were four times more likely to be 
positive (16.1%) than were women with private insurance (4.1%) (p<0.0001, Fisher’s 
exact test). 

Cocaine was detected more commonly in women who were other than white 
(8.2%; p<0.0001), used public insurance (8.9%; p<0.0001), were classified as living in 


TABLE 1. Prevalence of drug use detected among women in labor admitted to 
hospitals — Rhode Island, 1989 





Type of drug 
Any drug Cocaine Marijuana Opiates 
No. (%) No. (%) No. (%) No. (%) 











Race 
White 25 ( 7.0) 4*(1.1) 12 (3.4) 8 (2.2) 
Other 10 (10.2) 8 (8.2) 2 (2.0) 0 (0.0) 


Parity 
1st Birth 11(5.7) 1°05) 4 (2.1) (2.6) 
>2nd Birth 24( 9.2) 11 (42) 10 (3.8) (1.2) 


Age (yrs) 
<25 14 ( 9.1) 5 (3.2) 6 (3.9) (1.3) 
=25 21 ( 7.0) 7 (2.3) 8 (2.7) (2.0) 
Insurance 
Private 13*( 4.1) 1*(0.3) 6* (1.9) (1.6) 
Public 20 (16.1) 11 (8.9) 7 (5.6) (1.6) 
Socioeconomic 
status’ 
Poverty 11 ( 9.3) 8*(6.8) 2 (1.7) (0.8) 
All other 22 ( 6.6) 3 (0.9) 11 (3.3) (2.1) 
Hospital 
Regional perinatal 
center 259 23 ( 8.9) 10°(3.9) 8 (3.1) 4 (1.5) 
Other 199 12 ( 6.0) 2 (1.0) 6 (3.0) 4 (2.0) 


Total" 465 35 ( 7.5)** 12 (2.6) 14 (3.0) 8 (1.7) 
*Statistically significant at p<0.0001 by Fisher's exact test. 

"Statistically significant at p<0.01 by Fisher's exact test. 

‘Determined by geographic area of residence. 


‘Numbers and percentages may not equal totals because of missing information. 
**95% confidence interval = 5.1-9.9. 
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poverty (6.8%; p<0.0001), had one or more children (4.2%; p<0.01), and delivered at 
the regional perinatal center (3.9%; p<0.01). Women who were using public insur- 
ance were also more likely to be positive for marijuana (5.6%; p<0.01). 

Reported by: WH Hollinshead, MD, JF Griffin, MPH, HD Scott, MD, ME Burke, MSN, Office of 
Data and Evaluation, Div of Family Health, Rhode Island Dept of Health; DR Coustan, MD, Rhode 
Island Medical Society; TA Vest, MD, American College of Obstetricians and Gynecologists — 
Rhode Island Section. 

Editorial Note: The Rhode Island survey represents one approach to estimating the 
prevalence of illicit drug use in a population subgroup. Most previous studies have 
sampled high-risk inner-city populations, which are less representative of the general 
population (10-12 ); in these studies, overall rates of illicit drug use have ranged from 
6% to 11%. 

The Rhode Island sample was representative of all births occurring in the state 
during the study period. The protocol was simple and produced a more complete 
measure of the prevalence of drug use at delivery than has been available by other 
means. These rates are probably underestimated, however, because they reflect drug 
use only within 48 hours of labor and delivery and because only a limited number of 
drugs were assessed. 

These data identify and suggest patterns of drug use that warrant clinical and 
preventive attention. The findings in this study have been used in Rhode Island for 
public health program planning and evaluation. The study has provided estimates of 
the number of pregnant women who are in need of drug counseling and treatment in 
Rhode Island. The findings also have provided baseline evaluation data to measure 


the effectiveness of new program interventions aimed at reducing illicit drug use by 
pregnant women. 
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Epidemiologic Notes and Reports 





Foodborne Hepatitis A — Alaska, Florida, North Carolina, Washington 


From 1983 through 1989, the incidence of hepatitis A in the United States increased 
58% (from 9.2 to 14.5 cases per 100,000 population). Based on analysis of hepatitis A 
cases reported to CDC’s national Viral Hepatitis Surveillance Program in 1988, 7.3% of 
hepatitis A cases were associated with foodborne or waterborne outbreaks (7 ). This 
report summarizes recent foodborne-related outbreaks of hepatitis A in Alaska, 
Florida, North Carolina, and Washington. 


Alaska 

Between June 18 and July 20, 1988, 32 serologically confirmed hepatitis A cases 
among persons who resided in or had visited Peters Creek, Alaska (population 4000), 
were reported to the Alaska Department of Health and Social Services (Figure 1). 
Patients ranged in age from 1 to 54 years (median: 13 years). Between July 8 and 
August 14, 23 additional (secondary) cases occurred among household contacts of 
the original patients. 

To examine potential sources of infection, the Alaska Department of Health and 
Social Services conducted a case-control study of the first 14 reported patients and 22 
asymptomatic household members. All 14 patients and seven (32%) household 
members had consumed an ice-slush beverage purchased from a local convenience 
market between May 23 and June 10 (odds ratio [OR] cannot be calculated; 95% 
confidence interval [Cl] =3.4—infinity). No other food-consumption or exposure cate- 
gory (including social events, restaurants, grocery stores, or international travel) was 
statistically associated with illness. The 18 other patients had also consumed the 
ice-slush beverage. 


FIGURE 1. Reported hepatitis A cases, by week of onset — Peters Creek, Alaska, 
June 1—August 23, 1988 
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The ice-slush beverage mixture was prepared daily with tap water from a 
bathroom sink using utensils stored beside a toilet. All five employees of the market 
denied having hepatitis symptoms; four of these were tested and were negative for 
IgM antibody to hepatitis A virus (IgM anti-HAV). The fifth employee, who was one of 
the two persons who prepared the ice-slush beverage, refused to be tested. However, 
a household contact of this employee had had serologically confirmed hepatitis A in 
early June and reported that the employee had been jaundiced concurrently with her 
illness. 


Florida 

In August 1988, the Alabama Department of Public Health noted an increase in 
cases of serologically confirmed hepatitis A in persons living in several areas of the 
state. Within 6 weeks before onset of illness, most affected persons had eaten raw 
oysters harvested from coastal waters of Bay County, Florida. The Florida Department 
of Health and Rehabilitative Services (FDHRS) contacted state health departments in 
neighboring and other states about hepatitis A cases in July or August 1988 in 
persons who had attended events serving seafood within 10-50 days of becoming ill. 
The 61 persons who were identified resided in five states: Alabama (23 persons), 
Florida (18), Georgia (18), Hawaii (one), and Tennessee (one). Patients ranged in age 
from 8 to 60 years (median: 31 years); all were white, and 49 (80%) were male. 
Fifty-nine (97%) had eaten raw oysters; one, raw scallops; and one, baked oysters. All 
the oysters and scallops were traced to the same growing area of Bay County coastal 
waters. The median incubation period between consumption of raw oysters and 
onset of illness was 29 days (range: 16-48 days). 

To further study oyster consumption as a potential risk factor for hepatitis A, the 
FDHRS conducted a case-control study using uninfected eating companions of the 
patients as controls. Fifty-three patients who had serologically confirmed hepatitis A 
and 64 controls were interviewed by telephone; 51 (96%) of the patients and 33 (52%) 
of the controls had eaten raw oysters (OR=24; 95% Cl=5.4—252.6). Consumption of 
other seafoods (i.e., clams, mussels, and shrimp) was not statistically associated with 
illness. 

The implicated oysters apparently had been illegally harvested from outside 
approved coastal waters of Bay County. Sources of human fecal contamination were 
identified near oyster beds unapproved for harvesting and included boats with 
inappropriate sewage disposal systems and a local sewage treatment plant with 
discharges containing high levels of fecal coliforms. 


North Carolina 

Beginning September 30, 1988, hepatitis A cases among employees of businesses 
located in east Greensboro were reported to county health departments in central 
North Carolina. Only day-shift employees became ill. Preliminary investigation 
suggested a common exposure to one nearby restaurant (restaurant A), which served 
as many as 400 meals per day to regular clientele. A total of 32 outbreak-associated 
cases was eventually reported. 

The North Carolina Department of Human Resources conducted a case-control 
study to assess a possible association between illness and exposure to restaurant A. 
Twenty-seven patients and 50 controls (randomly selected from co-workers) were 
interviewed about exposures to different restaurants since August 15. Patients were 
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more likely than controls to have eaten at restaurant A (OR=4.1; 95% Ci=1.3—14.4). 
No other restaurant was statistically associated with illness. 

Based on additional information obtained from 16 patients and 20 controls who 
reported eating lunch at restaurant A 2-6 weeks before the outbreak, only consump- 
tion of iced tea (OR = 8.1; 95% Cl = 0.8-387.8) or hamburgers (OR = 11.4; 95% Cl=1.1-— 
551.3) was associated with illness. However, 15 (94%) of the ill persons drank iced tea, 
whereas only six (38%) of the ill persons reported eating hamburgers. 

All foodhandlers at the restaurant were tested for IgM anti-HAV; one employee, 
who was IgM anti-HAV-positive, denied symptoms of and risk factors for hepatitis A. 
However, this employee was a suspected intravenous (IV)-drug user and had job 
tasks that included preparation of fountain drinks and sandwiches. 

Immune globulin (iG) was given to all foodhandlers at the restaurant. Because 
primary/secondary-case status and infectiousness of the IgM anti-HAV-positive 
foodhandler were unknown and because her hygiene and foodhandling practices 
were questionable, the local health department recommended administration of |G to 
all patrons who had eaten at the restaurant within 2 weeks before the association 
between hepatitis A and the restaurant had been determined. More than 1000 IG 
doses were given. The restaurant voluntarily closed for 24 days, and no persons with 
hepatitis A were identified with onset after November 8. 


Washington 
In May 1989, the Seattle-King County Department of Public Health (SKCDPH) 
received reports of and investigated 213 cases of hepatitis A—a threefold increase 


over the average of 68 cases reported in each of the first 4 months of 1989. Onsets of 
illness clustered during April 28—May 5. One hundred seventeen (55%) of the patients 
had eaten at one outlet of a Seattle-area restaurant chain (chain A). One of the 
patients was a recent employee and three were current employees of three of the 
chain's restaurants. Interviews with past and present chain A employees did not 
identify any worker with illness during the period of likely exposure for most patients 
(2-6 weeks before onset of illness). All other current workers in the three restaurants 
were tested for IgM anti-HAV. None were positive, and all were given IG. Because two 
of the ill employees had poor hygiene and had worked while ill with diarrhea, the 
SKCDPH recommended IG for patrons who had eaten at two of the restaurants from 
May 3 through May 6. 

The SKCDPH conducted a case-control study to further examine the potential role 
of chain A restaurants in the outbreak. Sixteen patients were randomly selected and 
re-interviewed by telephone; 16 age-group— and sex-matched controls were obtained 
by increasing each patient's telephone number by one. Exposure to 11 multi-outlet 
restaurant chains (including chain A) was ascertained for patients during the 2-6 
weeks before onset and for controls during April 14—May 12. Mean total of any 
restaurant visits was higher among patients (7.7) than among controls (4.3). In 
addition, patients (89%) were more likely than controls (25%) to have eaten at 
restaurants from chain A (OR=11.0; 95% Cl = 2.2-56.0); differences in exposure to the 
10 other multi-outlet restaurants were not statistically significant. 

Follow-up investigation did not detect deficiencies in sanitation practices or history 
of recent hepatitis among employees of chain A’s distributors of foodstuffs, paper 
goods, and related supplies. The cause of the outbreak remains undetermined. 


Reported by: ME Jones, MD, SA Jenkerson, MSN, JP Middaugh, MD, State Epidemiologist, 
Alaska Dept of Health and Social Svcs. J Benton, MD, P Sylvester, MD, Bay County Health and 
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Rehabilitative Public Health Unit, Panama City; KC Klontz, MD, MH Wilder, MD, RA Calder, MD, 
State Epidemiologist, Florida Dept of Health and Rehabilitative Svcs. CH Woernle, MD, State 
Epidemiologist, Alabama Dept of Public Health. RK Sikes, DVM, State Epidemiologist, Georgia 
Dept of Human Resources. E Veuthy, SW Wyrick, MPH, BD Weant, E Tysinger, C Rocco, MS, 
J Holliday, MD, Guilford County Health Dept, Greensboro; CJ Staes, MPH, RA Meriwether, MD, 
JN MacCormack, MD, State Epidemiologist, North Carolina Dept of Human Resources. 
JF Hogan, MPH, S Cummings, N Harris, DVM, CM Nolan, MD, Seattle-King County Dept of Public 
Health; JM Kobayashi, MD, State Epidemiologist, Washington Dept of Health. J Black, Food and 
Dairy Div, Oregon Dept of Agriculture; D Fleming, MD, LR Foster, MD, State Epidemiologist, 
State Health Div, Oregon Dept of Human Resources. Div of Field Svcs, Epidemiology Program 
Office; Hepatitis Br, Div of Viral and Rickettsial Diseases, Center for Infectious Diseases, CDC. 

Editorial Note: The outbreaks reported here illustrate two principal modes of trans- 
mission associated with foodborne hepatitis A outbreaks: 1) contamination of food 
during preparation by a foodhandler infected with hepatitis A virus and 2) contami- 
nation of food, such as shellfish, before it reaches the food service establishment. 

Contamination of food during preparation by a hepatitis A-infected foodhandler is 
the most common mode of transmission in foodborne outbreaks. The Alaska and 
North Carolina outbreaks are atypical in that ice or drinks as vehicles are rare; usually 
the vehicles are sandwiches or green salads that are not cooked or are improperly 
handled after cooking. The outbreak in North Carolina is also consistent with a 
nationwide phenomenon of increased reports of hepatitis A among IV-drug users (2), 
who can become sources of foodborne outbreaks if they are also foodhandlers. 

Contamination of food with virus before the food reaches the service establish- 
ment is less common. Shellfish filter large quantities of water during feeding and in 
the process can concentrate microorganisms, including enterically transmitted vi- 
ruses such as hepatitis A (3). Transmission to humans occurs when contaminated 
shellfish are consumed raw or undercooked. Hepatitis A outbreaks attributed to 
consumption of contaminated shellfish have been reported intermittently in the 
United States and abroad (4-8 ); in 1988, an outbreak associated with clams involved 
more than 250,000 cases in Shanghai, People’s Republic of China (7). The Florida 
outbreak reported here is the largest attributed to shellfish in the United States since 
1973 (4) and the largest ever reported in Florida. Outbreaks due to pre-retail 
contamination of products other than shellfish have rarely been reported. In 1988, a 
multi,.-al outbreak linked to lettuce possibly contaminated before local distribution 
occurred in Louisville, Kentucky (9). 

Measures to prevent foodborne hepatitis A outbreaks include training of food- 
handlers regarding proper hygiene and foodhandling practices, investigation of food- 
handlers who have symptoms of hepatitis or are otherwise ill, prompt reporting by 
health-care providers to local health departments of patients with suspected food- 
borne hepatitis A, and prompt investigation by health departments of possible 
sources of infection. Consistent maintenance of good handwashing and other 
personal hygiene measures by foodhandlers is important because the source patient 
in foodborne outbreaks is often asymptomatic (as apparently occurred in North 
Carolina and Alaska). Prevention of hepatitis A outbreaks associated with shellfish 
relies on surveillance of water beds where shellfish are harvested to ensure that there 
is no evidence of fecal contamination. Transmission and infection from shellfish also 
can be prevented by thorough cooking and proper storage and handling before and 
after cooking. 

When a foodhandler is diagnosed with hepatitis A, |G is usually recommended for 
other foodhandlers at the same establishment (70 ). IG is generally not recommended 
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for patrons because common-source transmission is infrequent; however, it may be 
considered if the infected person handles high-risk foods, has poor hygiene, or has 
diarrhea during the early stages of illness and if patrons can be identified and treated 
within 2 weeks after exposure (70). Once a foodborne hepatitis outbreak has 
occurred, it is usually too late to prevent further cases because the 2-week period after 
exposure during which IG is effective has already passed. The increasing number of 
hepatitis A cases nationwide underscores the importance of focusing on food- 
handlers with hepatitis A and decisions regarding IG administration to food service 
patrons. 
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Recommendations of the Immunization 
Practices Advisory Committee (ACIP) 








Supplementary Statement: Change in Administration Schedule 
for Haemophilus b Conjugate Vaccines 


In December 1989, the Food and Drug Administration licensed a new vaccine— 
Haemophilus b Conjugate Vaccine (Meningococcal Protein Conjugate) (PRP-OMP)— 
for routine use in children =>18 months of age. The license contains the statement that 
PRP-OMP can be given to children as young as 15 months of age when “‘it is expected 
that the child will not return at 18 months of age for Haemophilus b immunization.” 
Since December 1989, two vaccines previously licensed for use in children at 18 
months of age—Haemophilus b Conjugate Vaccine (Diphtheria Toxoid Conjugate) 
(PRP-D) and Haemophilus b Conjugate Vaccine (Diphtheria CRM,,, Protein Conju- 
gate) (PRP-HbOC)—also have been approved for use in children as young as 15 
months of age. 
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Some differences in immunogenicity may exist among different Haemophilus b 
conjugate vaccines (7). However, further studies are needed to confirm any differ- 
ences and evaluate their clinical relevance. In addition, immunogenicity is age- 
dependent, with immune response improving with increasing age (Table 1). 

Approximately 7% of all Haemophilus influenzae type b disease in children <5 
years of age occurs in children 15-17 months of age. Because of the substantial 
immunogenicity of the Haemophilus b conjugate vaccines when given to children in 
this age group, the Immunization Practices Advisory Committee (ACIP) now recom- 
mends routine vaccination of children at 15 months instead of at 18 months of age 
using any of the Haemophilus b conjugate vaccines licensed for use. Prior ACIP 
recommendations for the use of PRP-D are applicable to the newer conjugate 
vaccines (2). 

References 
1. Wenger JD, Ward JI, Broome CV. Prevention of Haemophilus influenzae type b disease: 
vaccines and passive prophylaxis. In: Remington JS, Swartz MN, eds. Current clinical topics 

in infectious diseases. Vol 10. Boston: Blackwell Scientific Publications, 1989:306—39. 
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TABLE 1. Haemophilus b conjugate vaccines: differences in immunogenicity by age 
of child at vaccination* 





Children 15-17 mos. Children 18-23 mos. 
Vaccine No. % >1 wg/mL* GMT‘ No. % >1 wg/mL* GMT* 
PRP-D* 43 g3°* 1.2 180 73** 3.1 
PRP-HbOC*™* 236 98° 10.8 141 97*§ 12.3 
PRP-OMP™ 71 80** 3.3 84 97** 7.2 


*Because of interlaboratory variability in assays for antibody to the capsular polysaccharide of 
Haemophilus influenzae type b (PRP), definitive comparisons between vaccines cannot be made 
based on these data. 

*Percentage of children with >1 g/mL PRP antibody 4-8 weeks after vaccination. 

5Geometric mean titer of PRP antibody (yg/mL). 

‘Haemophilus b Conjugate Vaccine (Diphtheria Toxoid Conjugate). Source: Connaught Labora- 
tories, Inc., unpublished data. 

**p<0.05 (15-17 months vs. 18-23 months). PRP-D data for “children 18-23 mos.” column are 
from children 18-24 months at vaccination. 

"Haemophilus b Conjugate Vaccine (Diphtheria CRM,,, Protein Conjugate). Source: Praxis 
Biologics, unpublished data. 

5§Not significant (15-17 months vs. 18-23 months). 

“Haemophilus b Conjugate Vaccine (Meningococcal Protein Conjugate). Source: Merck Sharp 
and Dohme, unpublished data. 











Addendum: Vol. 39, No. 13 


In the article ““Moth-Associated Dermatitis— Cozumel, Mexico,” D Ramirez, MD, 
should be added to the third line of credits on page 220 between A Moreno, MD, and 
C Ruiz, MD. 
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Notice to Readers 





Changes in Format 
for Presentation of Notifiable Disease Report Data 


This issue of MMWA incorporates changes in the presentation of the national 
notifiable disease data (Tables | and II and Figures |-V). Based on readers’ sugges- 
tions, several modifications in the original proposal (7) have been incorporated into 
the format appearing in this issue. Data on acquired immunodeficiency syndrome 
(AIDS) will be retained in Table | (page 235) and Table II (pages 236-238). Several 
modifications have been made to improve the readability of Figures II-V (pages 240 
and 241), which will appear quarterly; Tables I-III and Figures I—-V will appear at the 
end of those issues. 

The new report format is intended to provide more useful information and to 
facilitate interpretation of national disease data. CDC will continue to assess graphic 
and statistical techniques to improve interpretation and use of public health surveil- 
lance data. 

Reference 


1. CDC. Proposed changes in format for presentation of notifiable disease report data. MMWR 
1989;38:805-9. 
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FIGURE |. Notifiable disease reports, comparison of 4-week totals ending April 7, 
1990, with historical data — United States 


DISEASE DECREASE INCREASE CASES CURRENT 
4 WEEKS 


Aseptic Meningitis 294 
Encephalitis, Primary 44 
Hepatitis A 
Hepatitis B 
Hepatitis, Non—A, Non—B 
Hepatitis, Unspecified 
Legionellosis 
Malaria 
Measles, Total 
Meningococcal Infections 
Mumps 
Pertussis 
Rabies, Animal 
Rubella 


f 
0.25 ‘ 1 
Ratio(Log Scale) 


EEE Rotio SS) 





Beyond 
Historical Limits 


*Ratio of current 4-week total to mean of 15 4-week totals (from comparable, previous, and 
subsequent 4-week periods for past 5 years). 


TABLE |. Summary — cases of specified notifiable diseases, United States, 
cumulative, week ending April 7, 1990 (14th Week) 
Cum. 1990 Cum. 1990 








AIDS 10,563 Plague 
Anthrax - Poliomyelitis, Paralytic* 
Botulism: Foodborne Psittacosis 
Infant Rabies, human 
Other Syphilis: civilian 
Brucellosis military 
Cholera Syphilis, congenital, age < 1 year 
Congenital rubella syndrome - Tetanus 
Diphtheria Toxic shock syndrome 
Encephalitis, post-infectious Trichinosis 
Gonorrhea: civilian ; Tuberculosis 
military yj Tularemia 
Leprosy Typhoid fever 
Leptospirosis Typhus fever, tickborne (RMSF) 
Measles: imported 
indigenous 














*One case of suspected poliomyelitis has been reported in 1990; none of 13 suspected cases in 1989 have been confirmed to 
date. Nine of 14 suspected cases in 1988 were confirmed and all were vaccine-associated. 
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TABLE Il. Cases of specified notifiable diseases, United States, weeks ending 
April 7, 1990, and April 8, 1989 (14th Week) 





AIDS 


Aseptic 
Menin- 
gitis 


Encephalitis 


GQ. lee 


Hepatitis (Viral), by type 





Primary | Post-in- 


(Civilian) 


os 


B NA.NB 


Legionel- 
losis 








Cum. 
1990 


Cum. 








fectious 
Cum. Cum. 
1990 1990 








Cum. Cum. 
1990 1989 





Cum. 
1990 


Cum. | Cum. 
1990 1990 




















UNITED STATES 
NEW ENGLAND 


MID. ATLANTIC 
Upstate N.Y. 
N.Y. City 

N.J 

Pa 


E.N. CENTRAL 
Ohio 


W.N. CENTRAL 
Minn 


S. ATLANTIC 
Del 


Md 
oc 


W.S. CENTRAL 
Ark 


la 
Okla 
Tex 


MOUNTAIN 
Mont 

idaho 

Wyo. 

Colo 

N. Mex 

Ariz 

Utah 

Nev 


PACIFIC 
Wash 
Oreg 
Calif 
Alaska 
Hawaii 


Amer. Samoa 
C.N.M.1 


10,563 


29 


179,030 
5,163 
63 

58 

21 


1,905 
276 


538 


12 
2 





N: Not notifiable 


U: Unavailable 


Commonwealth of the Northern Mariana Islands 
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TABLE Il. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
April 7, 1990, and April 8, 1989 (14th Week) 


Measles (Rubeola) Menin- 
Malaria - 9 i} Mumps Pertussis Rubella 
Reporting Area Indigenous Imported* Total | infections 
Cum Cum Cum. | Cum Cum Cum Cum. | Cum Cum. | Cum. 
1990 | 199° | 1990 | 199°} i990 | 1989 | 1990 1990 | 1990 1990 | 1990 | 1989 1990 | 1990 | 1989 






































UNITED STATES 251 384 4,092 18 q 2,707 848 5 39 671 528 
NEW ENGLAND 30 61 6 


51 192 
92 1 1 3 
1 a ;: 
7 
2 
74 


4 
4 
5 
1 


2 
8 2 


40 
18 
1 
17 
4 


MID. ATLANTIC 
Upstate N.Y. 


1 
1 
2 

60 


&Ow-gn-o— 


E.S. CENTRAL 
Ky 

Tenn 

Ala 

Miss 


W.S. CENTRAL 
Ark 


7 w 
w o 


na 


O--4 


La 
Okla 
Tex 


MOUNTAIN 
Mont 

idaho 

Wyo 

Colo 

N. Mex 

Ariz 

Utah 

Nev 


PACIFIC 

Wash 1 
Oreg 

Calif 308 
Alaska 

Hawaii 5 


w 
On=]=Zon~n 


1 
196 


1 
Amer. Samoa U U U 
C.N.M.1 U U U 3 





“For measies only, imported cases includes both out-of-state and international importations 
N: Not notifiable U: Unavailable "International ‘Out-of-state 
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TABLE Il. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
Aoril 7, 1990, and April 8, 1989 (14th Week) 


Toxic- . Typhus Fever 

Syphilis (Civilian) shock Tuhesenteste Tula- Typhoid (Tick-borne) Rabies, 
Primary & Secondary) Synd remia Fever (RMSF) Animal 
Cum Cum. Cum. Cum. Cum. Cum. Cum. Cum. Cum. 
1990 1989 1990 1990 1989 1990 1990 1990 1990 
































UNITED STATES 12,755 10,970 97 4,989 4,921 8 93 


NEW ENGLAND 519 6 100 106 - 4 
Maine 5 - 3 
28 1 4 
1 - 2 1 
182 4) 55 
1 23 18 
302 33 25 
MID. ATLANTIC 2,735 ‘ 1,050 
Upstate N.Y 160 24 97 
N.Y. City 1,422 753 
N.J 434 . 213 
Pa 195 
E.N. CENTRAL 
Ohio 
ind 
Wt 
Mich 
Wis 


W.N. CENTRAL 
Minn 


21 864 


S. ATLANTIC 


Md 
D.C 


E.S. CENTRAL 
Ky 

Tenn 

Ala 

Miss 


W.S. CENTRAL 
Ark 


La 
Okia 
Tex 


MOUNTAIN 
Mont 

idaho 

Wyo 

Colo 

N. Mex 

Ariz 

Utah 

Nev 


PACIFIC 
Wash 
Oreg 
Calif 
Alaska 
Hawaii 


Amer. Samoa 
C.N.M.1 





U: Unavailable 
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TABLE Ill. Deaths in 121 U.S. cities,* week ending 
April 7, 1990 (14th Week) 


All Causes, By Age (Years) Pai** All Causes, By Age (Years) 
—_ Reporting A 

oe = | >es |eee4]as-] tae] <1 otal — is |>* |o=se|as-44] +26] <1 
NEW ENGLAND 670 113 52 11 24 S. ATLANTIC 1,241 
Boston, Mass. 173 24 19 3.0C«#t# 8 | Atianta, Ga. 169 


} 84 
Bridgeport, Conn. 41 5 ° ° Baltimore, Md. 161 100 
Cambridge, Mass. 1 - 2 ~ |Charlotte, N.C. 64 


Fall River, Mass. ‘ Jacksonville, Fla. 
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NNOS were 
“we 
b> 
1 MaENNANG, NNW 
- 
= wows 


Hartford, Conn. Miami, Fla. 
Lowell, Mass. Norfolk, Va. 
Lynn, Mass. Richmond, Va. 
New Bedford, Mass. Savannah, Ga. 


New Haven, Conn. St. Petersburg, Fla 
Providence, R.1. Tampa, Fila. 
Somerville, Mass. Washington, D.C. 
a Wilmington, Del. 
laterbury, Conn. 
Worcester, Mass. ES. CENTRAL 
Birmingham, Ala. 


MID. ATLANTIC Chattanooga, Tenn. 
Albany, N.Y. Knoxville, Tenn 
Allentown, Pa Louisville, Ky 


Buffalo, N.Y Memphis, Tenn. 
Camden, N.J Mobile, Ala. 
Elizabeth, N.J Montgomery, Ala.§ 
— + NJ Nashville, Tenn. 
NY. City, KY. W.S. CENTRAL 
Newark, N.J Austin, Tex. 
Paterson, N.J. Baton Rouge, La. 
Philadelphia, Pa Corpus Christi, Tex. 
Pittsburgh, Pa.t Dallas, Tex 
Reading, Pa. El Paso, Tex. 
Rochester, N.Y Fort Worth, Tex 

h , N.Y. Houston, Tex.§ 
 ceecneng Little Rock, Ark. 


Scranton, Pa.t 

Syracuse, N.Y New Orleans, La. 

Trenton, N.J San Antonio, Tex 

Utica, N.Y. . |Shreveport, La. 
Tulsa, Okla. 


Yonkers, N.Y 

E.N. CENTRAL 2,230 MOUNTAIN 

Akron, Ohio 46 Albuquerque, N. Mex. 

Canton, Ohio 20 Colo. Springs, Colo. 

Chicago, Ill.5 Denver, Colo. 

Cincinnati, Ohio Las Vegas, Nev 

Cleveland, Ohio Ogden, Utah 

Columbus, Ohio Phoenix, Ariz 

Dayton, Ohio Pueblo, Colo. 

Detroit, Mich. Salt Lake City, Utah 

Evansville, Ind. Tucson, Ariz. 

Fort Wayne, Ind PACIFIC 

Gary, ind. Berkeley, Calif 

Grand Rapids, Mich. Fresno, Calif 

Indianapolis, ind Giendale, Calif. 

Madison, Wis. Honolulu, Hawaii 

Milwaukee, Wis. Long Beach, Calif. 

Peoria, Il! Los Angeles Calif. 

Rockford, II! Oakland, Calif. 

South Bend, Ind. Pasadena, Calif. 

Toledo, Ohio Portiand, Oreg. 

Youngstown, Ohio Sacramento, Calif. 137 
San Diego, Calif. 149 

| gy 85 San Francisco, Calif. 170 
San Jose, Calif. 


Duluth, Minn 22 
Kansas City, Kans. 30 eh = 
Kansas City, Mo. 116 Tacoma, Wash. 41 


Lincoln, Nebr 35 

Minneapolis, Minn. 125 TOTAL 12,745 *' 8,215 2,577 1,161 
Omaha, Nebr. 61 

St. Louis, Mo 120 

St. Paul, Minn 62 
Wichita, Kans. 66 45 
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*Mortality data in this table are voluntarily reported from 121 cities in the United States, most of which have populations of 100,000 or 
more. A death is reported by the place of its occurrence and by the week that the death certificate was filed. Fetal deaths are not 
included. 

**Pneumonia and influenza. 

tBecause of changes in reporting methods in these 3 Pennsylvania cities, these numbers are partial counts for the current week. 

Complete counts will be available in 4 to 6 weeks. 
ttTotal includes unknown Ss. 
§Data not available. Figures are estimates based on average of past available 4 weeks. 





April 13, 1990 


FIGURE Il. Acquired immunodeficiency syndrome cases, by 4-week period of report 
— United States, 1984—1990 


4000 4 





*Change in case definition. 
FIGURE Ill. Tuberculosis cases, by 4-week period of report — United States, 
1984-1990 
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FIGURE IV. Gonorrhea cases, by 4-week period of report — United States, 1984-1990 
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FIGURE V. Syphilis cases, by 4-week period of report — United States, 1984-1990 
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